. Adhesion of both cell lines to collagen type IV and laminin is significantly greater than adhesion to BSA (Fig 1) . Additionally, the NCI-H345 cell line exhibits significant adhesion to collagen type I (Fig 1, bottom [B] ). (Fig 1, bottom [B] ). In contrast, carbachol significantly increases the adhesion of SCC-9 cells to collagen types I and IV and laminin (Fig 1, top [A] ). This finding provides evidence that mAChR activation stimulates integrin activity in SCC-9 cells.
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The ability of mAChR to regulate integrin activity was further characterized by examining the carbachol-mediated adhesion of SCC-9 cells to collagen type IV. Concentrations of carbachol that stimulate adhesion of SCC-9 cells to collagen type IV (Fig 2) are similar to the concentrations of carbachol that inhibit cell proliferation15 and induce E-cadherinmediated cell-cell adhesion7 of SCC-9 cells. The mAChR antagonist atropine inhibits carbacholinduced adhesion of SCC-9 cells to collagen type IV (Fig 3) (Fig 4, top [A] ).
As a control experiment, we also tested the effects of the a2-antibody on the carbachol-induced adhesion of SCC-9 cells. The a2-antibody blocks a2-integrins, which are underexpressed by SCC-9 cells.7 As ex¬ pected, the a2-antibody does not alter the carbacholinduced adhesion of SCC-9 cells (Fig 4, bottom [B] ).
The demonstration that the AIIB2 antibody directed against P2-integrin specifically abrogates the mAChR-induced adhesion of (Fig 6, right [C] ). However, inhibiting cell-cell adhesion with the HECD anti¬ body diminishes the size of the SCC-9 cell aggre¬ gates adhering to collagen type IV, resulting in an adhesive response that more closely resembles the response of NCI-H345 cells (Fig 6) .
Discussion
This study demonstrates that PKC 
